The possible presence of parietal cell stimulating antibodies was examined in sera from 57 patients with relapsing ulcer disease. The sera were obtained at the time of symptomatic relapse and all patients had ulcers confirmed by endoscopy. A sensitive assay based on adenosine 3':5' cyclic monophosphate (cAMP) production in isolated porcine gastric mucosal cells was used as a measure. cAMP production increased up to four hours of incubation and was histamine responsive;
Peptic ulcer is a multifactorial disease that is not yet fully understood. Gastric acid is considered to be a major aggressive factor and gastric acid hypersection has been shown in patients with duodenal ulcer disease.' A large parietal cell mass,2 enhanced sensitivity to pentagastrin,' and increased gastrin secretion after meals have been reported in subgroups of patients. 4 Besides the presence of gastric acid, an impairment of mucosal defense mechanisms may be ofrelevance in the development of ulcers. In several studies, smoking has been associated with an increased risk of relapse and slower ulcer healing rates.56 Smoking reduces pancreatic bicarbonate output7 and thereby causes a decrease in duodenal pH. Furthermore, studies on intestinal mucosal blood flow in dogs have shown a negative effect of nicotine.8 Impaired bicarbonate secretion from the proximal duodenal mucosa at rest and in response to luminal acidification has been observed in patients with a history of duodenal ulcer disease.9 Chemical compounds such as aspirin and non-steroidal anti-inflammatory drugs have been associated with a high incidence of gastric ulcers as well as ulcer bleeding. ' (Fig 1) . The cAMP production was stimulated by histamine. The response was negatively correlated to the cell concentration during the incubations, possibly by favouring anaerobic conditions or changes in pH. Thus, with histamine 10 mmol/l and 2 or lOx 106 cells/ml, 20 or sevenfold increases in cAMP were found, respectively. The observation was confirmed in a second set of experiments with various concentrations ofcells (Fig 2) . In further experiments, a four hour incubation period and cell concentrations at about 2 x 106/ml were used routinely. The effect of histamine was dose dependent (Fig  3) . The stimulatory effect of histamine was reproducible and was confirmed with each cell preparation. In six consecutive experiments the response to histamine 10`6mol/1 was 1-6-2*8-fold O (2-29 (0.21) mean (SEM)), while stimulation |0 1'2 with histamine 10`mol/l gave a 10 to 25-fold 10 12 (18-5 (2.16)) increase, and 10-3 mol/l in two precipitating immunoglobulin fracti sera this non-specific effect was reduce 10%. In 33 patients with recurrent se disease, immunoglobulins were incub gastric mucosal cells at a concent 6 mg/ml. No stimulatory effect on the receptors of the parietal cells could (Fig 4) . In another 10 patients, v amounts of sera were limited, immunc tested at 2.4 mg/ml, likewise, sh stimulatory activity compared with The effect of 10-4 mol/l histamine blunted by the presence of either immunoglobulin preparations from controls.
Discussion
The parietal cell is stimulated to prodi acid via at least three types of 
